0 #{149} 0 ;. 0 'A a pI m , #{149} . .- C . b#{149} C #{149} - C . f 'p . t I Figure 1.
Results

Light Microscopy
Ofseven lectins applied to cryostat sections ofcanine brain cortex, one (UEA-I) gave no staining ofvessels.
Five ( Vesicles, which in Figure 2C vaginations that bound RCA-I were also present in the endothelial cells ( Figure  4B ). Junctional complexes did not stain, nor did the abluminal membranes of endothelial cells. The deposits observed on the membranes were particulate, a feature especially apparent when the plane of the section cut the capillary wall tangentially ( Figure  4C ).
Control tissues in which 0.2 M galactose was added to fernitinand biotin-labeled RCA-I were negative ( Figure  4D ). Staining was reduced but not eliminated in tissues stained with 250 .ig/ml peroxidase-labeled RCA-I plus 0.2 M galactose.
Cell membranes of aldehyde-fixed, cultured endothelial cells also bound RCA-I ( Figure  5A, B ). This staining was blocked when 02 M lactose was added to the lectin ( Figure  5C ). Cytoplasmic structures that bound the lectin were also visible. Bound peroxidase was typically present on adjacent membranes of closely apposed endothelial cells. The basal membranes of the cells cxhibited decreased staining.
The ultrastructural features of cultured cndothclial cells were compatible with the histochemical results obtained by light microscopy.
Electron micrographs confirmed the presence in these cells of many secondary lysosomes ( Figure  3D ) and a large Golgi complex ( Figure  3E ).
Discussion
This study illustrates the potential use of lectins as cell markers and demonstrates the binding of one lectin to cell membranes, On the other hand, our cultured cells exhibited bound peroxi-
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